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PREFACE 
 
 

The U.S. Environmental Protection Agency (EPA) is interested in developing methods to 

use genomic data most effectively in risk assessments performed at EPA.  The National Center 

for Environmental Assessment (NCEA) within the Office of Research and Development (ORD) 

prepared this document for the purpose of describing and illustrating an approach for using 

toxicogenomic data in risk assessment.  The approach and dibutyl phthalate (DBP) case study 

described in this document were developed by a team of scientists at EPA laboratories and 

centers, and outside organizations including The Hamner Institutes for Health Sciences, the 

National Institute of Environmental Health Sciences (NIEHS), and the EPA National Center for 

Environmental Research (NCER) Science to Achieve Results (STAR) Environmental 

Bioinformatics and Computational Toxicology (Comp Tox) Center at the University of Medicine 

and Dentistry of New Jersey (UMDNJ) and Rutgers University.  The intended audience for this 

document includes risk assessors as well as scientists with expertise in genomics, bioinformatics, 

toxicology, and statistics.  The approach outlined in this document is expected to be useful to 

EPA risk assessors in the Integrated Risk Information System (IRIS) Program and other program 

offices and regions, as well as the scientific community at large.  The review of the literature on 

the use of genomic data in risk assessment, as well as discussions of issues, recommendations, 

and methods for evaluating and analyzing toxicogenomic data, could be useful to scientists and 

risk assessors within and outside of EPA.  The research needs identified in this document will be 

useful to scientists performing toxicology and toxicogenomic research studies for application to 

risk assessment.  The DBP case study presented in this document is a separate activity from the 

IRIS DBP health assessment.  The review of the literature included in this document was last 

updated in July 2007. 
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